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It has been shown by Forbus that these aneurysms occur in vessels which show a congenital deficiency of their media. There is a failure of fusion of the musclecoat of the branches of the artery with that of the main vessel. Hence these deficiencies are found at the point of junction of vessels. When they occur they are most frequently seen in the angle of bifurcation, and it is in this angle that congenital aneurysms are most common. The site of the aneurysm by no means represents the whole congenital deficiency, for in these cases serial section of the angles of bifurcation of other apparently normal cerebral vessels reveals a similar lack of media. It is not quite clear, therefore, as to what actually produces the aneurysm, but the congenital deficiency offers a reasonable explanation of its site. Similar deficiencies in the media may be found in the branches of the mesenteric vessels, and in one recent case a ruptured cerebral aneurysm was found associated with an aneurysm of the splenic artery and bilateral congenital cystic kidneys.
On the circle of Willis the great majority of the aneurysms are found in an anterior branch. Thus MacDonald and Korb's analysis shows 48 per cent. on the internal carotid or middle cerebral vessels, 15 per cent. on the anterior communicating artery, and only 28 per cent. posterior to the internal carotid arteries.
In spite of the congenital nature of the lesion it is important to appreciate the fact that these aneurysms may produce symptoms at all ages. In our own material the youngest patient was 12 years and the oldest 75 years, but greater extremes of age have been reported. Relatively few aneurysms are found to rupture before the age of 20 years, and it is in the next two decades that the majority cause symptoms.
In a few patients similar small aneurysms are found to be the result of infected emboli, but the histological picture is entirely different.
Other forms of cerebral aneurysm are so rare as scarcely to enter the field of differential diagnosis. Occasionally atheromatous degeneration results in a fusiform dilatation not especially localised to the angle of bifurcation. Occasionally syphilitic change in the arteries may be the cause, but such cases are very rare. A young woman of thirty-two years came up from Dublin with her husband and family to spend a holiday at Bangor, Co. Down. A few days before they were due to go home, the patient complained on returning from the pictures on the 28/6/39 that she was feeling shivery, and on going to bed she took some aspirin.
She was noticed to have a slight "cold" on the lip, and some tender glands under the chin. The following morning (29/6/39) she awoke better, but with a slightly stiff neck. The doctor was called, but apart from a slight temperature of 99.2 degrees and the suspicious herpes on the lip, there were no physical signs. About 6 p.m. the doctor was called again, and he found the patient much worse, in fact only semi-conscious with a temperature of 103 degrees. When seen about 10 o'clock on the same evening the patient was found to be very pale, toxic looking, almost completely unconscious. She made retching movements, and could only be roused by loud talking, lapsing again into coma rapidly. She had a stiff neck and a high temperature. On her lower lip near the middle line on the left side was a small blister about a quarter of an inch in diameter. The centre of the blister was black.
The submental lymph-glands on the left side were enlarged but not acutely inflamed.
The case was thought to be one of either streptococcal septicaemia or an anthrax septicaemia. The patient was removed to the Ards District Hospital, where a lumbar puncture was performed at once. The cerebral spinal fluid was under pressure, was turbid, and on making a slide it showed numerous anthrax bacilli among the many polymorphonuclear cells (see illustration).
An intravenous injection of .45 N.A.B. was given at once, and a pint of isotonic glucose solution was given by vein. The patient, however, died at 3.10 a.m.
COMMENT.
/
The possibility of meningitis as a complication of anthrax is not mentioned in a number of well-known textbooks of medicine. Muir and Ritchie in their book on bacteriology note that a number of cases of haemorrhagic meningitis have been recorded as a complication of the primary lesion. The cerebro-spinal fluid in the present case did not show any evidence of haemorrhage, but a post-mortem examination was not available, so that detailed examination of the meninges, etc., was not possible. The case therefore reported is one of purulent meningitis due to anthrax bacillus, the primary lesion being on the lip.
The following are points to be noted in the case. Firstly the small primary sore. There was no surrounding cedema of the face as reported in some textbooks, and the toxawmia was out of all proportion to the lip lesion. Secondly, the rapidity with which the case developed. Death occurred in twenty-four hours. Thirdly, the absence of any cause of anthrax infection. The patient's only purchase had been a face-cloth in a shop in Bangor, and examination of similar cloths purchased in the same shop proved quite negative to the bacillus. 
